Reply from the Authors
We agree with Dr. Howie that glomerular tip lesion (GTL) may occur as a primary form in patients with idiopathic nephrotic syndrome, or may develop secondarily in association with heavy proteinuria in diverse glomerular diseases [1] . We limited our study to primary GTL [2] . In our series, mesangial hypercellularity did not predict outcome, defined as remission status at last follow-up. None of our cases of primary GTL showed more than mild mesangial hypercellularity, which was detected in 47% of GTL biopsies. Notably, the single GTL case that progressed to end-stage renal disease lacked mesangial hypercellularity.
Dr. Howie has observed that those cases with "structural changes at the tubular origin in glomeruli that were otherwise normal" had a "clinical course resembling that of minimal change disease." Our data have shown, for the first time, that routinely processed renal biopsies with GTL frequently contained glomeruli with segmental lesions at other sites (peripheral or indeterminate, but not perihilar), and most of these cases similarly followed a benign course. Importantly, the segmental lesions were predominantly cellular (81%), rather than sclerosing. There was no significant difference in remission status when cases with GTL alone (26% of cases) were compared with cases of GTL with segmental lesions at other glomerular locations. Remission rate for GTL was better than for idiopathic focal segmental sclerosis controls, but not as good as that reported for adult minimal change disease. For these reasons, we envision GTL as occupying an intermediate position, morphologically and clinically, in the minimal change disease/focal segmental glomerulosclerosis spectrum [3] . 
